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RESULTS AND DISCUSSION
Pantetheine was found to be converted to CoA in rat liver (Hoagland and Novelli 1954; Levintow and Novelli 1954) . Therefore, the effect of pantetheine on acyl-CoA synthesis from FFA in the arterial wall was investigated . Acyl-CoA synthesis in the arterial wall increased when pantetheine was added in vitro (Fig . 1) . This result suggests that pantetheine is metabolized to CoA and that it promotes the synthesis of acyl-CoA from FFA in the arterial wall . Pantetheine may also contribute to glucose metabolism, lipid metabolism and protein metabolism (Jaenicke and Lynen 1960) .
As shown in Table 1 , phospholipid synthesis in the arterial wall was slightly increased in the group on high cholesterol diet , as reported by Zilversmit et al. (1954) . It has been suggested that increased phospholipid may be used to remove
accumulated lipid in the arterial wall (Zilversmit et al . 1954) . Phospholipid synthesis in the arterial wall has not changed in rats on a high cholesterol diet containing pantetheine compared with those on a high cholesterol diet . Fig. 1 . Effect of pantetheine on acyl-CoA synthesis in rat arterial wall. Acyl-CoA synthesis was measured as described in Materials and Methods. 0.25 mg of pantetheine was added to reaction mixture.
Enzyme solution was the 800 g supernatant of the 10% aortic homogenate. It has been found that cholesteryl ester is mainly deposited in atheroma (Insull and Bartsch 1966) . The mechanism of the deposition has been reported by many workers (Hata et al. 1974; Peters and De Dube 1974) . As shown in Table 1 , synthesis of cholesteryl ester in the arterial wall was significantly higher in rats on high cholesterol diet than in those on normal diet. Significant decrease of cholesteryl ester synthesis was observed in rats on high cholesterol diet plus pantetheine. These results suggest that pantetheine may prevent deposition of cholesteryl ester in the arterial wall.
As shown in Table 1 , triglyceride synthesis was increased in rats on diet containing pantetheine and on high cholesterol diet. But no significant difference was seen between rats from high cholesterol diet with and without pantetheine.
It was reported that cholesteryl ester hydrolase, but not lipase was low in atheromatous lesion (Patelski et al. 1970; Zemplenyi and Grafnetter 1959) . Therefore, in these lesions triglyceride may be hydrolysed and cleared out.
Our work shows that pantetheine has the following merits as an antiatherosclero sis agent.
It increases CoA, which in turn activates metabolic paths such as the tricarboxylic acid cycle, and FFA and cholesterol metabolism (Jaenicke and Lynen 1960) . It also reduces cholesteryl ester synthesis, which contributes to protection of the arterial wall from atherosclerosis. Experiments are in progress on the mechanisms of the effects of pantetheine on increasing triglyceride synthesis from FFA, and reducing cholesteryl ester synthesis.
